large rise of arterial pressure, heart rate and left ventricular contractility. The effect was reflexly produced, since it could be prevented by infiltration of the aorta by xylocaine. The efferent limb of the reflex involved both a and 0 sympathetic effects, since the rise of pressure could be blocked by phenoxybenzamine, and that of heart rate by propranolol. This reflex is thus unusual in that it has a positive feedback loop, which would tend to lead to a progressively greater rise of arterial pressure. This situation of a generalized sympathetic overactivity is thus similar to the paradoxical postoperative hypertension; since renin release is also under sympathetic control," the increased levels of plasma renin activity reported by Rocchini might also reflect sympathetic overactivity.
Sealy WC: Coarctation
The authors reply:
We would like to thank Dr. Pickering for his interesting comments. We agree that the mechanism underlying the activation of the sympathetic nervous system and the renin angiotensin system following coarctation resection is at least in part mediated through the autonomic nervous system. However, we did not cite all of the possible mechanisms underlying paradoxical hypertension' since they are numerous and many are speculative with little or no experimental data to substantiate them.
Our data do not eliminate baroreceptor activation as an initial and transient mechanism leading to postoperative hypertension. While we have not observed an immediate reduction in arterial pressure following coarctation repair, such a decrease in pressure could have occurred in the operating room during anesthesia immediately upon release of the aortic cross clamps.
One of the most dramatic hemodynamic consequences of coarctation repair is the sudden increase in arterial pressure distal to the coarctation site. However, the spinal sympathetic reflex suggested by Dr. Pickering is probably not the major mechanism involved in paradoxical hypertension. The study of Lioy et al.2 indicates that the cardiovascular response to mechanical stretch of the thoracic aorta in the anesthetized cat is significant only if both carotid arteries are occluded. A more plausible consequence of the increased pressure in distal aorta following coarctation resection is its effect on distal vascular responsiveness. Brotuz et al.3 have demonstrated a progressive disappearance of the vascular aadrenergic response in the hindlimbs of dogs with chronic aortic coarctation. The decrease in responsiveness of the a-receptor could result in increased activity of the sympathetic system in the postoperative period. In any event, the basic mechanism underlying paradoxical hypertension is still unclear and requires further investigation. ALBERT patients with WPW, and two of their patients had mitral valve prolapse.
In these nine patients published so far with the combination of WPW and mitral valve prolapse the electrocardiogram has shown type A WPW in all of them. Is this relationship between type A WPW and mitral valve prolapse a coincidence or could there possibly exist a causal relationship between them?
The findings in one of our patients with mitral valve prolapse would seem to favor a causal relationship. An 11-year-old girl was catheterized because of occasional episodes of chest discomfort and a grade 1-2/6 systolic murmur along the left sternal border. At one occasion a midsystolic click was noticed with maximum between the apex and the left sternal border. The routine electrocardiogram varied between normal and type A WPW. Right heart catheterization revealed no detectable shunt and the pressures were within normal limits. A cineangiogram was obtained injecting into the pulmonary artery in the RAO projection focusing especially on the left ventricle, and a prolapse of the posterior mitral leaflet was demonstrated. The systolic contraction pattern of the left ventricle was compatible with the descriptive term: "ballerina foot." When the patient was seen six months later in the outpatients' clinic, the midsystolic click was heard only intermittently and the electrocardiogram showed alternately normal conduction pattern and type A WPW. When phonocardiography was performed ( fig.  1 ) it was then demonstrated that the midsystolic click was only and always present when the electrocardiogram showed WPW.
Our patient has then demonstrated that the clinical manifestation of mitral valve prolapse in terms of a midsystolic click can be influenced by type A WPW. We therefore suggest that the absolute dominance of type A electrocardiograms in patients with WPW and mitral valve prolapse published so far is due to a causal relationship between these to distinct abnormalities and not merely a coincidence.
How could one possibly explain such a relationship? In type A WPW the early activation is thought to occur in the posterior area of the left ventricular wall unlike type B where the lateral right ventricular myocardium is believed to undergo initial activation. This will in patients with type A WPW create a 2 to 3 mm discrete early systolic anterior movement The University Hospital Aarhus, Denmark
The authors reply: Since our initial report in 1975, we have now studied a total of 145 patients with the pre-excitation syndrome and have noted the presence of prolapsing mitral valve (documented by echocardiogram, left ventriculography, or both) in ten patients, all of whom had a type A electrocardiogram. The accessory pathway was situated in the left free wall atrioventricular groove in four and in the septal region in three. In the remaining three patients, we could not ascertain with certainty whether the pathway was located in the septal region or in the left atrioventricular groove. In addition to the reports cited by Dr. Bjerregaard, others have subsequently noted a similar association of prolapsing mitral valve with preexcitation.1 ' 2 The role that an abnormal ventricular activation sequence may play in the demonstration of prolapse during echocardiography is suggested by a study by Chandraratna et al.' They observed mitral valve prolapse in 24 of 46 patients during spontaneous premature ventricular contractions and suggested that abnormal activation of the papillary muscles and asynchronous left ventricular contraction may be important in the genesis of mitral valve prolapse. It would be of interest to determine whether the prolapse is due to an abnormal mitral valve apparatus or merely a "functional" disturbance. Future studies might profitably attempt to assess the mitral valve echocardiogram in the presence and absence of preexcitation, perhaps using ajmaline as reported by Fujino.4 Exercise Testing To the Editor:
Those of us who are concerned with exercise physiology and with clinical exercise testing have been thankful for the outstanding work of Dr. Sheffield and his group. The report of stress testing with ST-segment depression at rest (Circulation 54: 636, 1976) may well be another helpful contribution by these distinguished investigators. However, the methods section does not define "ST-T depression" qualitatively. To be meaningful, we must know with some precision the S-T configurations studied so that illustrations should be indispensable in a paper of this kind. Perhaps the authors could supply a few representative complexes as well as a descriptive legend. I raise these questions because "ST segment" seems to have a different meaning to different people. Textbooks and papers often show nothing resembling a definable segment in illustrations which are labelled as showing "ST segment" deviations. These commonly have a shift of the J-point or a downward sloping initial limb of the T wave or both. Moreover, in this study, if the resting control STs were post-J depressions, for how long after the end of QRS were they below the baseline at least 0.5 mm (the authors' criterion)?
In the case of a deviated ST segment, however defined, the question of whether it arises from the upstroke of an S wave or the downstroke of an R wave also might be crucial. A case can be made that a horizontal ST segment (i.e., a measurably "true" segment), which is not only well defined but also actually on and not below the baseline, may, in fact, be abnormally depressed if it occurs in a lead in which the initial limb of the T wave should rise steeply from the end of the S wave (as is normally the case in V1 and V2). Perhaps some of the variability in sensitivity among the results of different investigators (nicely discussed on page 638) stems from variations in defining just what is an ST "segment" and what represents ST depression. I am certain that Dr. Sheffeld and colleagues will be able to clarify these points and I look forward to incorporating their findings in our testing programs. 
